**Abstract**

Some atypical antipsychotic drugs have unique actions,which may contribute to enhanced neurogenesis. Fibroblast growth factor-2 (FGF2) a trophic factors widely distributed in the adult brain, activates CREB and regulates cell proliferation via phosphorylation of CREB. FGF2 is involved in regulating synaptic plasticity. Improve memory increase endogenous FGF2,suggesting that increases in FGF2 activity may be the underlying mechanism of action for memory enhancement. FGF2 expression can be modulated by psychoactive drugs. There is evidence that also NGF mediates multiple biological phenomena. Synapsin plays an important role in synaptic transmission and neural development.So it plays an important role in hippocampally based behaviors.

Haloperidol is a classical antipsychotic drug while olanzapine is an atypical antipsychotic drug commonly used for the treatment of schizophrenia and other psychosis. Atypical antipsychotics, such as olanzapine and risperidone, exert less selective activity on various neurotransmitter receptors Sertindole is an antipsychotic drug with a unique pharmacological profile. Clozapine is the reference drug for atypical antipsychotics.

Mice were treated chronically with haloperidol (0.125 and 0.25 mg/kg, n=10), olanzapine (1 and 2 mg/kg, n=9--10), clozapine (1.25 and 2.5 mg/kg, n=8--10), risperidone (0.25 and 0.50 mg/kg, n=9--10), sertindole (1.3 and 2.5 mg/kg, n=8--10) for 15 days. Since the genes involved in neurite remodeling are among the primary targets of regulation, the effects of chronic administration of drugs on FGF2,synapsin and NGF levels in the hippocampus of mice were determined using quantitative real-time polymerase chain reaction (RT-PCR).

Our results suggest that administration of the conventional antipsychotic haloperidol and atypical antipsychotic clozapine, olanzapine, risperidone and sertindole increased the expression of FGF2, synapsin and NGF and in the mice hippocampus. Thus chronic administration of clozapine olanzapine,, risperidone and sertindole may promote neuroplasticity via the up-regulation of neutropic factors.
